Colonisation with Helicobacter pylori may influence susceptibility to gastroduodenal injury and ulceration in patients taking nonsteroidal anti-inflammatory drugs (NSAIDs). The aim of this study was to determine if Helicobacter pylori colonisation altered eicosanoid synthesis by gastric musoca in these patients. Sixty five patients with longstanding NSAID intake and 23 control subjects underwent endoscopy. 
Both Helicobacter pylori and non-steroidal antiinflammatory drugs (NSAIDs) are well established risk factors for gastric and duodenal ulceration' 2 but interactions between them are poorly described. It has been reported that patients taking NSAIDs experience more dyspepsia and have more chronic ulcers if they are colonised by Helicobacter pylori than if they are not.3-' By contrast there seems to be no increase, or even a decrease, in less serious gastric mucosal injury. ' Prostaglandins are well recognised as protecting the gastric mucosa and enhancing the perception of pain. Inhibition of prostaglandin synthesis by NSAIDs is the major established mechanism by which NSAIDs render the gastric mucosa vulnerable to mucosal injury. 6 Equally depression of prostaglandin synthesis, by diminishing pain perception, could at least in part account for the high proportion of NSAID associated ulcers that are silent.7
In theory the increased risk of peptic ulceration in patients taking NSAIDs who are infected by Helicobacter pylorn could be explained if Helicobacter pylori acted to exaggerate the inhibition of prostaglandin synthesis by NSAIDs. Conversely, the increased dyspepsia and the decrease in superficial mucosal injury (if real) imply an opposite action with Helicobacter pylori restoring the mucosal prostaglandins to concentrations capable ofmediating pain and of protecting the mucosa against injury. Previous data on the influence ofHelicobacterpylori on synthesis of eicosanoids have been inconclusive. Two studies have found increased (but not significant) gastric prostaglandin E2 (PGE2) synthesis in the presence ofHelicobacterpylon colonisation8 9; the rise in PGE2 synthesis was strongly associated with the intensity of inflammatory cell infiltrate. By contrast a third smaller study claimed depressed PGE2 synthesis, but surprisingly found no relation between production of PGE2 and polymorphonuclear cell infiltrate. 10 The aim of this study was therefore to investigate the relation between Helicobacter pylori colonisation, symptoms, mucosal damage, and synthesis of eicosanoid by gastric mucosa, as detected by PGE2 and thromboxane B2 (TXB2) concentrations, in patients taking NSAIDs compared with control subjects. 
